We report an 18-year-old 
Introduction
Miyoshi myopathy, limb-girdle muscular dystrophy (LGMD) type 2B (1) (2) (3) and distal myopathy with anterior tibial onset (4) are autosomal recessive allelic disorders caused by mutation of skeletal muscle gene DYSF encoding dysferlin which resides at chromosome 2p13 (5) . Age of onset tends to be around 20 years with characteristic difficulties in walking on the toes accompanied by relative sparing of periscapular muscles (6) . Patients are completely asymptomatic before the onset of weakness. However, calf pain has been reported to precede the muscle weakness in rare cases (7) . Extremely high serum creatine kinase (CK) is characteristic and may precede weakness several years before clinical onset (8, 9 g a r r o w) a n d b i c e p s f e mo r i s mu s c l e s ( a r r o wh e a d ) . (Fig. 1A, (Fig. 1B, D 
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our hospital. On neurological examination, the patient was quite normal except for slight persistent calf fatigue. There was no muscle weakness or atrophy and the patient could walk on his toes. We performed needle electromyogram (EMG) examination. EMG did not show any fibrillation potentials or fasciculations in the muscles investigated. Gastrocnemius muscle showed a few polyphasic action potentials. The level of action potentials in the muscle was normal. The interference pattern was well preserved. Computed tomography (CT) findings were normal
C). Then magnetic resonance imaging (MRI) using short-time inversion recovery sequence (STIR) was performed on the lower and upper legs. MRI demonstrated a high intensity in the gastrocnemius, soleus, semimembranosus and biceps femoris muscles
Discussion
In dysferlinopathy, muscle CT and MRI clearly show characteristic muscle involvement of the posterior compartment of the legs (10, 11) . The hallmark can be seen in the earliest stage or even in the preclinical stage of disease (11, 12) .
Brummer et al showed that MRI change precedes CT change by observing dysferlinopathy family members serially (13) . The CT change was replacement of muscle by fat tissues, while the MRI change was considered to be tissue edema, which was the most sensitive feature to detect dystrophic alteration in skeletal muscles (13) .
Edema-like changes on MRI can also be seen in calf muscles in physiologic condition or in extreme muscle use (14, 15 
